The mouse sarcoma virus isolate MSV-M (MLV) induces a morphological conversion in monolayers of mouse cells. Although the mechanism of this phenomenon is not clear, it is known that it requires simultaneous infection of each cell by MSV and its helper virus, the MOLONZ¥ leukaemia virus (MLV: Hartley & Rowe, I966). In order to investigate the dependence of cell conversion on virus multiplication, 5-fluorouracil was used to block this multiplication.
altered cells. Fig. I shows the percentage of foci as a function of the concentration of the inhibitor compared with a control without 5-fluorouracil. The relationship suggests a complex mechanism possibly related to the heterogeneity of MSV stocks. In this particular experiment, the m.o.i, was 2.IO -4 f.f.u./cell and the amount of 5-fluorouracil which gave 99"9 % focus inhibition was about ~.o/zg./ml. For higher m.o.i. (IO -3 f.f.u./cell), the fully inhibiting dose of 5-fluorouradl was higher but did not exceed 6 #g. 5-fluorouracil/ml. At m.o.i, between I and 7 × Io-2 f.f.u./cell, cell conversion as studied in Kahn tubes appeared as an overall alteration of the cell sheet. The results show that at 7 x I o -2 f.f.u./cell, cell conversion was still detected at a concentration of 25 #g. 5-fluorouracil/ml. whereas at a multiplicity of one conversion was present up to at least 2oo #g./ml. (Table 1) . On the other hand, no infective virus was produced at any multiplicity of infection above a concentration of 6 #g. 5-fluorouracil/ml. There was no significant alteration during the time of cell multiplication in the presence up to 6 #g. 5-fluorouracil/ml. At 25/zg. 5-fluorouracil/ml. cell multiplication was inhibited and the rate of nucleic acid synthesis was reduced to IO % distributed equally between RNA and DNA (Table 1) .
Thus, considering cell conversion detected by focus assay at low multiplicities of infection, the same dose of 5-fluorouracil appears to be inhibitory both for cell conversion and for virus multiplication. On the other hand, at high multiplicities of infection, when conversion relates to the whole cell monolayer, it may persist while virus multiplication is totally inhibited (Table I) .
This apparent contradiction in relation to multiplicity may be explained at low multiplicities in terms of cells which are converted directly but in too small a number to be detected. Conversion is visualized by focus formation which may result either from multiplication of previously converted cells or from re-infection of surrounding cells by MSV produced by originally converted cells. Hartley & Rowe (1966) have provided evidence in favour of the second hypothesis. Our results also favour this hypothesis since foci of cell conversion were not observed above a concentration of 6 #g. 5-fluorouracil/ml. which blocked virus multiplication without inhibiting cell growth, at least during the period of observation.
These results suggest that cell conversion induced by MSV is related to an effect which occurs before replication of virus. Also, conversion may be the result of an event coded by the virus genome since conversion can be observed in the presence of concentrations of 5-fluorouracil (2oo/~g./ml.) which inhibit almost completely the metabolism of cell nucleic acids. On the contrary, virus production requires host nucleic acid synthesis as already shown by Buck & Bather (I969 
